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WE  2mff(red blood cell, RBC)#) E fe A3t THRIEL B2 M haee) Ew K E LA &
VER . J)3BIEF)FHARERR, B ILEAL LR, PR B4 R k4445, RBCIR 4 MR AR, M
217 & (hemoglobin, Hb) 445 4% B AL A, & 4k 2 21 % & (methemoglobin, MetHb), 5 RBCIEF &R & &
RIKFF R FIRRBCEMN 48 A T, —AAL R (nitric oxide, NO) AL 54 4 ) B ATIK IR T 42 5
PR AL, 1R R R IINOEA HIERBCE 46 /1 89 Fh f. 3% LANOEIERBCHE 49 &,
AR B A VIN S, MENOR L /) B2 3h % -FIRBC R 48 /) T a9 E LA, § EAIRE A
IBIZ B Jo AR BGE Hr o) fE 09 1R B IRAE TR 3G .
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Research Progress of Nitric Oxide in Regulating the Decline
of Erythrocyte Deformability Induced by Exhaustive Exercise

QI Qinke, WANG Dan, LI Zongxiang, LIU Yanzhong, LAN Linfei, LIU Yiping*

(Provincial University Key Laboratory of Sport and Health Science, Department of Physical Education and Sport Sciences,
Fujian Normal University, Fuzhou 350007, China)

Abstract The deformability of RBC (red blood cell) plays an important role in ensuring the normal func-
tion of oxygen transport. Exhaustive exercise leads to hypoxia, oxidative stress reaction, oxidation-reduction in-
stability and destruction of erythrocyte membrane structure. Hemoglobin will also be oxidized to methemoglobin,
which will be cross-linked with erythrocyte membrane skeleton protein and eventually lead to the decline of eryth-
rocyte deformability. Nitric oxide can not only participate in the regulation of blood flow homeostasis as an endo-
thelial relaxing factor, but also has been found to have the function of regulating erythrocyte deformability in recent
years. This article takes the regulation of nitric oxide on the oxidative damage reaction of erythrocyte membrane as
the starting point, and combs the mechanism of nitric oxide regulating the decline of erythrocyte deformability in-
duced by exhaustive exercise, in order to provide a theoretical basis for promoting the recovery of oxygen transport
function after exhaustive exercise.
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BRI R, (B IR R R ZiE 3 A 2
TR, X528 @i R R L. )
VI8 A N — PPt 2 SR N R SR R AL AR AR A
THONE, AFATLAA e AR S A LU B, B AL AR S A ae
Ji S A7, XA BRI RBCRE 1) 25 74 A Dl e, 4
2> S8 11 21 28 1 (hemoglobin, Hb) & 4= H A4k [ B,
FBETBOK &5 H H 2R I S RBCIE & 2242 i B RBCJEE
Ghit gt — 0 B AP, i 4 S BRBCA Y BE /1 FF
fi.

NOsE N RN & MR IAE NG 558 SN K
FEDIRE )RS T, AMUATHE AN PR 2 5
W AUA MR AR A, U4 kiE K INOREH 2 RBC
IR WK, 7318 )i 5 & E AN FENO
A A/ ie—4% & R (L-arginine, L-Arg)fE% (e ik Py fz 7
— A & & ¥ (endothelial nitric oxide synthase, eNOS)
DL AT 20 i 2 — S AR & I8 (erythrocyte nitric oxide
synthase, RBC-NOS)¥I# R 1 A 1y 384 55 FL 3 1 7, i
NOA: e . NOi#Id = RBCHE. Hb1 b IE
Jii 2 N4 mRBCAR TR e /1. (Rt R 98 71 ia 3l i
] 3 BRBCAZ I e /1 1 B AR A NOPK B RBCAZ 1
Ae 1 INLHI Be % N 4 JE IR NI FE 713532 31 Ja ML A
IS T RE I R E R AL IR S

1 RBCZFEESISNO
1.1 RBCZLH g HESEHMINEEFHIIER

RBC 2 IfiL 5 o i i 22 (1) i 40 B, LA 4E 7L
W IEE s s K AUs i Dy Ael . RBCEAR K T
PEI R B4 IME B B4R, IERBCLA AR Y A fe il
T X 26 1 AL ) 20 2R AR AR FDIRES T,
RBCE MW ME AR, BA B KPR/ IERE, 1
2B AN I T R AETE AT 2 RBCAL T fig
FI R 2R B FERBCHE s . JUAT TR . B ol 286 2
MREI VIR /3. BiEE. pHIE. HIESE. 1)1
s B LR R AR, AR K B4 3 2R 5 RBC
KA. HTRBCH & 6l = 40 i 1% A1 26 Rk DL
M Z A as, JoikA BRI E A P, RERBC
Pria A RE Sy 9t 5 Iy 53z 3 75 {8 RBCHt A AL i 1R
MR T K AR AL, JFE I PR IRRBCE )
DL G NN B2, 2B AR TR R /)T B, AT = =
SRBCHE S Th g, 235 S0 20 A RO ™, Bofl
I 26 3 S 38 0, 5 —#K (Fahraeus-Lindqvist)if &N,
TR, LT T 1, I v - 2 R 2 i () 2z )

Yot < e pr g
1.2 NOAEXRBCE R G AR

NOJ& — P& N R BT AT AE 7 sk 1 1,
JEPENOSZE i — SRS B (NOS) & B, H e
SRRl IR= 07y O 192 %5 (RSO 111 i = b= R
(38 A 5 T I AR B T 45 SRR B, NOIE e % 1
7 RBCA . BE 77 1. RBCHLC M 52 N AE I 16 O
ME RGN AL E . EmAERNO!, Ffar L
#rAE T REMEeNOS, [H it L FR WRBC-NOS, H3#%
IEVEPEFI DI REYE S eNOSAHAL T, [RIFEH L-Arg. 5
B (Ca®) FME HE L LEZ 3334 (phosphatidylinositol
3-kinase, PI3K) IR AL 1 45 1072 DL4ERE RBCHE )
TBITEDY, JHERBCAL L AL ST . STARZYKSE P
SR, KR ER KT eNOSHI I N-fi 2k /2 e kb =
I F' I (N-nitro-L-arginine methyl ester, L-NAME)J5 ,
NORIRE I AN, FERBCOIRE S # A U, B
TK)EZESG N, RBCHA R &, AT RE 1 AR
NOM) & & — B T SR FE [ 22 RBCAZ ¥ g
JTFEAR U, AH S AR 1 NO B NOAE /A6 RBCAE T
A7 By J A AR N U, IF BA IR m LR AL
R RFDAE T Z A RBCA L RE /1 04/E A ), D]tk
P YEFREE R E I NOXT 4EFF RBCE 8 114 &
2=,

2 HBEENEONOE K E, FEIKRBCEE
WAV

JEIE s 5 R A WY e S
FHUAR T A K 2 B2, S0f A Ao i~ i 1 3
IR BY NOA ) B PR IE B eNOS. RBC-NOSTF 4
ROIREAIR, eNOS-mRNA [1JFRIA T IO, RIS A4 P L-Arg
AHHBIH TS NOJEM & 2 K. RBC-NOS
5 eNOSH/ 3 =B & R M B AL A7 20 Ser''77
Ser! A1 Thr*s!*751, Ser!7 () filf 2 1k [ B fit 0%
eNOS. RBC-NOSF {43458 7 Jfij Ser A Thr**[f]
ol 2 1 5 N el L PR sk 35 1) B SEER A, JvBiE
B 0] DL 2R (B C (protein kinase C, PKC) S5
Thr' @21k, F{#FeNOS. RBC-NOSZKiEH2! NO4:
B>, RBCAETERE ) F R . I& B Hh 78 L-Arg Al
PLi%s 5 eNOS. RBC-NOSH] Ser' {37 & F B R 1k LA
M Ser'®. Thr> A7 i (1) 2 BEER 1L, AT 7 eNOS
RBC-NOSHIi&ETE, f NOMAE =4 n, & RBC
SRR TE e JT, AH SR R AR AT 75 B
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3 HiBBEEhAEIFRBCRE L #), P& {KRBC
T EE
3.1 NBENSHRBCIEE R NFRE MR
1M )i 5 RBCRR B 22 85 R AE S Ak i
W R SR A F A A e PR, RBCJRH 42 /2 R 24
PR A5+, EEAFE M E A (spectrin). LB
M (actin). J%4%5 85 [ (ankyrin). 74.14% F(band 4.1).
band 4.2, band 3. LK H(myosin). JEHLEKEH
(tropomyosin) 5§ CIZH Bl B AR 2544, 2 2175 RBC
& . 83 AR EH ), RBCIE & 4Lk
AT HR S B I, ORI R RE S RS RLEN P )
v ig N ENAR EAE R R RS S BUE R EA N
IR AL S, MR ER 1E JoT B EA H 5 ), RBCIEE Y
RRA AR PY, PRAREEA B JE LA e M, B
FERT IR - ZR 45 ) B0 fd RBCIZ B NG 55 ME 8 I, 4%
¥ e 7T BEAR o
3.1.1  A138iE F)i%-Fspectrin BRALAR 1% Spectrin &
MBIRBCIEAR . e AR TERE J1 B 2282 1B, |y
FH ST T B 225 PAT B (ol BY4LER, {5 H 1T 55T spec-
trinfE AL R I S D . BV 7SR B, spectrin
Tif band 4.1%2 7€ , JFi#id ankyrin-band 32 [ I 4H
AR REBIR RN T2, EReig 3eise 2,
7753128 ) 75 T HLAR E AL L IR R A2 S F o-spectrin il
B-spectrinsy & [&AK B2, [A] B B-spectrin & 4= (I i FR 1L
SN2 PEAR T B 2R U AR e M, BB AA, s
BREER) U, RBCAS L RE 52 40, (0 EARHL i) i4 75 2
FEEZFS JE LR
3.1.2 7133 3)#%-F band 384G Band 3)E T
[ 25 - 22 4 £ 4 5K i (anion exchanger)™Y, £ (5 fiF5 42
TS E25%. Band 3% spectrin-actin[#] 7 7 I it
Moy b, FHAERZ PR G e, B
band 4.1, band 42L& JURMEEEABEREE , KL 1
SrEEREIRED Y. JEiEsh T A ENE
JR R FeAS T8 band 3K LI F &Ik, i RBC
i 2R B 1%, Ca> 3 ARBC, KB HIRBC, 4l Y
Ca® VR FE (R385 i8S 7 GardosiiiE ), iX &M i zh ¥
FNZE RBCH M — [ 45 3 B B9, [F] i RBCR
) Ca*"- ATPFI Na*-K - ATPREET 4 PR B75576) Hig
W Ca &l FF, #— P FHRBCH K AR,
SO PH 2 RS, i RBCUKIFIAE, WELE LTt

BRA VAN

Band 3 /&4 FERERR AL R FF 2 5 BB B 4L 45 44
T B BIA . Band 30 ER A4 S A HH 2R T 2 BRI
fif(protein tyrosine kinase, PTK) A5 [ )i i 2 FR W R
li(protein tyrosine plnosphatase, PTP).Z [H] 1] ~F- ffi 4%
I, BETS A R 1kband 3 2 L W R 10 ) AR R 01,
Ca® ¥R BESE I PTPIE 14, {2 ffband 313 BERERR LI
POEPKCH ) 8 fiiband 35 HoAt 5 48 85 1 i 516,
RSB PRI, 32 mRBCHIE FF FEIR AR TR fE ). Ca?
FRAS B IR [R)FE 2 W05 4% B [ W(calpain), AR R F
) A 2 5, A i R AR,

WA AIE S5 R RS2 2 TS IDE R 2 18 -3 (cas-
pase-3), 51 FCRBCAJERE /IR E R T fEAEHR
AT, caspase-34b T Y AEIEALIRA, T PEIEH D, AL
REAIE RS B R ATEGE T RBCH [F) caspase-31,
fEH WAL, X2 T8 band 32MHE M. X —
SN L ARUE B AT DA S 38 AT RBCE PN 3R 1 1)
T R T 22 &R (phosphatidylserine, PS)# & 7 i 4h
FE [ o041 G T A B RAR BRI, B2 5] EE RBCT
oo HILFIL, Jyuia gl 5 NI AL 5 R R,
i ¥ band 311 2LR R IR, 1X 2R RBCIR i 22 45
1, FRAR AT A 7 R R 55
313 H3BiEF)iEFband 4.1. band 4.2%& & 24LARA%
A FIRZS N band 4.15 spectrin-actinh &, FE i E o5 Al
H=JuEEW), AR RBCIE B 848 E ™, Jisia
2 SHURSE IR 5 R F2 2, i spectrin-actin-band
4. 1H7KPAE T R B R 248 A R e B8 7). Band
3WERRAL AT PK CIRIAE 38 band 4.1 band 4.2/
., {3 5 spectrin-actinfZ il = e & A WI1I6EJ1 T %,
JE B ZEN LA E PEFRAIC, B /3450, Band 426818
Ljband 3l ankyrin&h &, #2€ ankyrin, MM 7E4H
JHOFBE %) A R T, A5 2 R 5 A R R R i 45
AR A7 N band 4214 & R P4, [FHIS ankyrin
HITE R AL 1] B spectrin 5 band 3F045 &, SEUE 2L
HUHE 5 A3 ¥ 2 m) 43 25 0, Pl RBCHE & B2 1)
Hll
3.2 HigEEliFSHbE N SRBCIR B HREHIZHK

713338 3175 FHO R E B AR B, B ARBCHE
AR A4 . Hb HRBCE [ 9 195% %297%%,
& FH oI B 4H st () DY B A4 2 1P, 12 R IERBC 58
D B T SO SR N ;B o) R 1 R N
SRS, [F) B FEBEHD H A0 S R e, 1% 5
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RBCHEAIL JE R ARSI FEZF AP, EPUAE L
JE5 V- 1 1 3 5 R 0], Hb B S04k JyMetHb! >, 3 4
ISR g 2R RS, e S e HL A AR e ) TR
TR S BT E B2 0,)PY, PRI S AL

IEH 55 N HbSband 3R i 45 4, {HMetHb
AR, 5 band 3H A SEA), 5EESEEH
LR R A BUE B 8 (—S-S—), YUARFE4H H 5
], B 3K spectrin-actin-band 4.158 2 4 B, F£id& ik an-
kyrinfRj4i 2 B, BB 4R H 1 S FE PR FRAIC ™Y, 4EHy
JIEE Ty i 1) B 1 il v T I O, B 1 BT D e A L e A
1, BEAKRBCAS T e /154,
3.3 BEFIfEERBCIRE R, BBERRENM

713512 31 75 IR 5T 5 I8 A 1 AR AU Ak S R
A2 KRBCAE L% . RBCHER 5 Fh 8 i 5 73%-
JE [ 5 25% BEHE 5%, L 3 BURRE & 25 Fh ik
JE B AN R 4 A7, X B A R TR s S veis
) J5 1 JIg (1) AN KRR 2 A 3 BB IR, () I RBCSE 186 i
HH R ANV i 7 R R A i 8 A S BB, BN LR
TR LA ek b o ANTIAIRE TR 25 25 ith, HEZIEiAR, Bt
AL R, DRI AN i 17 B 22 I RBC IR i 80 14 5,
TR TR BEAS B 25 i, A5 P R, A K.
TAHRI R TR 9D, ST R b A, S BB BN 1 P
fICPO, st AR 2H i A2 AR Ak, RBCHE 43 T4 1) ) A2 2
A, R[] P/ T AL 3G K. AEAR AR IR B, [
TRk %, RBCIE AN HERKET, T ERBCHE AT 7 1
e

RBCIE & & A KEM AL (—SH), 4EFFIE
EIRIE R ThaEe ", 18 13518 31 S LA S AL 5
RKBET, BEAN—SHE =R E F¥%, - H—SH
W T Wl E AT i—S-S— T A2 Bk, [ 8 B K
AR, A P RBCEEN RGN, HFTEY],
15 PE %A (reactive oxygen species, ROS)AJ LAIE P YR
PR R, (IRBCH G FIFEME. JR0E . 2CHKDY, B
HorFEA, RN R S ™. BT &
5 R0 o 24500, LR AN Bk s il 1 1
s, I, 2408 E B — 2 i, AMIMAEIARBC
JEL B SR [ B CE A b PR A 14001 g 24 3 B
RBCHZTE e 11 A%, BRI B 4rF )2 F1 RBC
I M B ZEH0 R S2 i RBCJE /1 2247 8, (H2 & 42
(10 47 BRI P AT 2 80 A R e e 2 11 2 B ke s [
%\%[14,23—24]0

4 NOIRERBCIEEREMIREM
4.1 NOIFSHIS-THEL RN

NOi i 75 FRBCHE 15 4L 1 A Hb ) S- L7
1 s B DA SERBCAZ JE e /. S04 2E 46 72 F5NO
N AT AR B E) Bt R B S, 2
Tl S A 300 TR AR RS P 2 1 Jo R 2 J A A2, X bkl
PR B T, SRR S G A5 VF 2 M A
SR A, MNONE RS- WA LA 2 2 59k {E
S GO SOAHIM R B E R ) D Re. AL E
AAS e P, R th, NORE# i B #: 5 RBCH & 22 £
FIRAES- VRS B4 S B, 2 i 2R A e 1, g%
EHb R A= S- 3V fiFf Ak s 97 3 f S AR B R AR AT
G, dERRISE 2R ah M, By 1 e 1#ROSHE— P B
TR, $i v CZ MRBCIN AL T fig
42 NOFESRBCIEEBERERAMS-THENRN

fiff 7 22 W, NOXTRBCIEL & 4¢ 85 H a-F1B-spectrin
A A S- VA A A1 1 4687V (3 ¢ T-NO WMl £zt
5E spectrin[F] HARHL ] SC F 3E 5 A B, NOXfspectrinff]
MV S A FH S RBC S, 1) F0 1) B4R 14 1 7 7 52 1)
s B — B,

NOH 5 RBCH % band 3 1% I 2 ity 41 i 5 3%
AR S E R SR A 7, NOXtband 3 (#S- A 2= A6 A H
X RBCATE e /I A+ B 2. NOH] LAFE 44k
W R FaZS T b band 3 AR ER 10 I B2, FL
ML AT 82 NO-5 RBCHR [ 4 & 1 B2 AH HAE FH A
M5 5 5 S- W AH AL, 0% Ca - ATPIE I [] i 1 1
Ca*"j@iE, Jli/bCa? 3k Al e, BH 1k Gardosid i& )
Wik 2200 A RF 5 i band 35 ankyrin-spectrin ) 45
HRENE, i band 31 R LERF RBCE i 22 45
F17 P52 %2 i RBCHAZ TR RE 77 18, NO v] DLid
D S AR iR R AR AS R band 3B BRI 1 RBC
AT Re JIBRAK, By 1E i 5 Bt B 1R A >R 2 A JEE T I
AR B B IR AL AR FE ) NO RBCIEE
3 2 11 S- 0 AiH 24k e B2 B 6% 401 1] caspase 33
PEOTS HEFFRBCH Ca> Fa 45, [ 1k Kband 3247 512
(¥ RBCATE e 1 FEAR A T BT FE R WINO
AE 2 R A B S UM RBCHR 25 1 -SHEL, kR
JEEE H —SH & &9, 385 8 o0 o+ =i s T, 3
HHLHMTIAERT B = o
4.3 NOFSHIHb-S-T A EAL R L % E RBCHE &
BRLEH

NOAMY it HEAEMIRBC IR B 42 8 1Y, i H.H
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75 5 [T Hb-S- VA 644 s B A8 RE 62 38 3 BH 1 MetHb 5
band 345 £ 8] B 4EFFRBCR B 22 R 45 . NOS 4
A MLZLER EH (HbO,) 456 TE O AR £R (N O, ), NO, 2
P ANO I A= ) F it A7), BE B HbAE 35 4001
— H HbO B A, TE U AL 4T 85 1 (deoxy Hb),
deoxy Hb#Jt 278 24 A ER #h 14 J57 B (nitrite reductase,
NiR), % NO, #: 4k N S- i ZE 6 B (S-nitrosothiol,
SNO)™, ML 3 #4755 3 Hb {157 1) Beta93Cyshk it
HEEE, WRS-TEANFAL 418 F(SNO-Hb) ™, Hbk
A S-VEAF AL, RS- A LB RE P B A2 SNO-HbIH)
F2 B A Hb R M. B i () - I 26 Beta93 Cys ™.
SNO-HbEE R 78 4 NO Ak, [F]if NOFTi% 511 S-F
B J Ak B BE k2> MetHb 5 band 311145 & -4 3L 1
F2AL U, Band 3/ SNO-HbYE RBC | 4 7 1t 45 &
4155, SNO-Hb5band 3454, i 1hEMetHb 5 band 345
&, A B SRR, Bl fE— e E Hitm fisia
NS Z R RBCIARTLEE J1. FIR Hbes KA T
P51, BEBEA, FETA Hb-Beta93Cys-SNOH
#5> SNOH:# 2| HoAth 4 M i b, A 795k 776,
FEFRBCHEIZHIHF -

5 BEERE
51 245

773532 B HLAAR K B[] B ST 5 BRI 5 K
a2, RBOR A AL 1, 31 5 808 68 71 BRI
— 77 THRBCRRH 42 8 (R A BE IR 1L S B, 4548 R AE
B, FooE MERRA, 9 — U7 T Hb#E A Ak I MetHb, &
HRBCHE B JAZ . Tk, X FIFE 2 FHRBCHIAZ
TEfE )1 T B, RBCEIS T RESZ B H ), 5441
Y11 22 1 A 4 R A2 ¥ 32 BHL . NORE % 1 4% /1385 32 5y
JG ZIMRBCHI A T8 11 NOSHbAK AES- At 4k,
ST i SNO-HbF: 7 1F B 42 5 MetHb2E 4, Tk &
RBCJE B 2258 (1 450, [FI -t RS (e BENO 3 — R
i, HRERBCASEAE 11, NOWAEW SRBCE L&
B R A S- 0 i B Ak S 82, AT 4E RFRBCH Ca*
W, PR AR ABTE1E, B LR AR A aC BR R AR, 4ERE
JE R e b, AR T IRE SZHRBCHIASTE/E 71, 10k
RBCHEsHiThft. KUt, NOTEWKE J135iz 5% S 1)
RBCAZ T RE 71 T B DA K e MR 2 i) 2R S D) e
YA AN O] BAR O A
52 RE

713538 5% FRBCAE L g 11 R %, 505 WL SR

B ARG YEE. NORIRAEHW HIZRBCE VAL, H
HALH|+ 4> = 24, spectrin, band 4.1, band 4.2%5 %
Y SR AU AR e 1k RIS SR, I
AifF 7 18 R 58 4 [ BINOXT 3k B B8 2 1 (0 4 L
il KIHNO 5RBCHE & 424 H Hspectrin. band 4.1
band 4.255 5B B2 8 [ R AR 1S- 0 A 2 A4k s B A K
HAnfAr A 5 RBCAL T e /1 LIS AH W 78, )
wyia 3l Ja MU SA IS D RE Ik B A . 47 2 1T
TTREFTALA -
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